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Hood stream and loss of plasma, leading ultimately to complete stasis.
This will lead to stoppage of the blood supply to the tubules and
necrosis of their epithelium. It will also act back on the arteries,
which in consequence become dilated, whilst their walls suffer varying
degrees of necrotic change with a certain amount of thrombosis. In
these ways, the circulation through the area of the cortex implicated
is brought to a standstill. The fundamental cause of this occurrence
is not fully understood, but the effect on renal function is profound
and anuria commonly results.
Anuria in pregnancy and the puerperium may result from either of
two lesions, (a) cortical necrosis of the kidneys or (6) damage to the
distal renal tubules of the type now known as lower nephron nephrosis.
The latter may result from incompatible blood transfusion, which
carries an especial hazard in the puerperium owing to the danger of
intragroup incompatibility arising from maternal iso-immunisation,
the Rh factor being most frequently responsible.   But lower nephron
nephrosis may occur post partum in the absence of blood transfusion
and it is probably responsible for the cases of temporary anuria which
afterwards recover, whereas those due to cortical necrosis are almost
certainly fatal.   Without examination of the kidneys a distinction
between them can hardly be made.   In a fairly large proportion of
cases retroplacental haemorrhage is the precipitating cause.   Such a
haemorrhage may have two effects, either of which may serve to bring
into action the reflex diversion of blood through the juxtamedullary
glomeruli sometimes known as the renal shunt mechanism.   These are
(1) a fall in the blood volume tending to a reduction in the blood
pressure (oligiieinic shock) and (2) abnormal distension of the uterus,
setting up afferent nervous stimuli of a kind which Franklin and
Amoroso demonstrated experimentally to  be  effective.   In other
tissues the relief of prolonged ischemia due to arterial occlusion is
followed by loss of arteriolar and capillary tone with consequent
excessive capillary dilatation and loss of plasma into the tissues.
Therefore it is reasonable to suppose that prolonged renal cortical
ischaemia due to temporary vaso-spasm may be followed by such
extreme capillary dilatation as Shaw Dunn demonstrated (Sheehan).
Renal cortical necrosis occasionally occurs apart from pregnancy
and may result either from extreme toxic action or from thrombosis
of the renal vein.   In the former category, we have seen it in a child
following sore throat with desquamation of the skin and in another
in association with dysenteric symptoms.   Experimentally it can
be produced by intravenous injection of staphylococcal toxin (De
Navasquez, Heggie).   In the latter, histological examination reveals
that the glomerular capillaries are the initial seat of the lesion and
undergo extreme dilatation and stasis followed by escape of plasma
and formation of fibrin in the lumina and walls of capillaries and
arterioles (Heggie).